cognitive and memory performance suggests that obesity may be contributing to premature brain aging. People with pre-existing medical conditions (e.g. AD, stroke, and myocardial infarction) were excluded from the study, so the BMI effects on cognition cannot be dismissed as simply a byproduct of other co-morbidities. Furthermore, the cohort on average was not severely obese, so the observed relationships between the obesity indices and cognition were occurring in the context of a typical community sample. Two risk factors associated with metabolic syndrome tended to be very prevalent: type 2 diabetes/glucose intolerance (41.9%) and hypertension (35.0%). Significant associations between obesity and cognitive function remained after controlling for these factors. Yet, it is possible that living with chronic metabolic and vascular risk factors has a cumulative effect on the brain even when there is no history of cardiovascular or cerebrovascular events. Future analyses aimed at the question of whether people showed different cognitive trajectories based on these risk factors would be valuable.
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Cognition was assessed on a comprehensive neuropsychological battery, which is atypical for most epidemiological studies. This enabled the specificity of cognitive effects to be tested. Attention and processing speed tend to be particularly vulnerable in chronic systemic vascular disease [8] , so one might predict that these cognitive domains would be most affected if the effects of chronic obesity on cognitive function are vascular in origin. This was not the case. The obesity indices were most strongly associated with global cognitive function and memory. Surprisingly, stronger attention and visual spatial function were associated with greater BMI in the cohort, a finding that suggests that the relationship between obesity and cognitive function is complicated and requires further examination.
The mechanisms underlying the linkage between obesity and cognitive function are not well understood and likely involve multiple pathways that interact with each other. The authors discuss plausible vascular and metabolic mechanisms, as well as other studies linking obesity with abnormalities of ␤ -amyloid metabolism, dopamine dysfunction, brain-derived neurotrophic factor, leptin, and pro-inflammatory cytokines. Ultimately, how all of these factors interact to affect brain function is not well understood. Additional research is needed to disentangle the pathophysiological mechanisms underlying obesity-associated brain dysfunction. Prospective studies of people who lose substantial weight through behavioral methods and bariatric surgery may be helpful in this regard. The current study by Gunstad et al. [15] provides a good starting point for these efforts, providing strong evidence that chronic obesity affects the brain and cognitive function over time.
Increasing interest and concern over the effects of chronic obesity on public health reflects growing evidence that obesity has reached epidemic proportions in this country [1] . It is now wellknown that chronic obesity is associated with an increased risk of a variety of different diseases, including diabetes, cardiovascular disease, and cancer [2, 3] . Obesity is also associated with a number of neurological disorders, most notably stroke and sleep disturbance [4, 5] , as well as psychiatric and psychosocial problems [6] . The pathophysiological bases for the relationships between obesity and some of these co-morbidities are relatively well understood. For example, obesity is a primary determinant of metabolic syndrome, which is strongly linked to diabetes, cardiovascular disease, and stroke [7] .
Given that both diabetes and vascular disease have been linked to brain dysfunction [8] [9] [10] , and that many of the risk factors associated with obesity are known to contribute to cerebrovascular disease, it is not altogether surprising that chronic obesity is associated with cognitive impairment. However, the fact that obesity is associated with reduced cognitive function among people without significant medical co-morbidity is noteworthy, particularly when efforts are made to exclude people with co-morbidities that are known to affect the brain [11] . Furthermore, epidemiological studies have linked obesity and metabolic syndrome to neurodegenerative brain disturbances [12] [13] [14] . A number of cross-sectional studies have examined obesity and cognitive function over the past several years, but relatively few have examined these relationships longitudinally, and fewer still have analyzed change in body composition and cognitive function simultaneously. Effort to understand how obesity may lead to cognitive decline requires this type of analysis in both overweight and underweight individuals. It is against this backdrop that the current analysis of data from the Baltimore Longitudinal Study of Aging should be considered [15] .
Body mass index (BMI) and the other measures of obesity were shown to be associated with both cross-sectional and longitudinal cognitive function in a large (n = 1,703) middle-aged community sample. The fact that greater BMI was linked to declines in overall
